periodic, or ictal discharges (SIRPIDs) and muscle artifacts) 9 or not, and as
99
"epileptiform" (any repetitive periodic or rhythmic spikes, or sharp waves, or spike-100 waves) or not 10 . NSE was repetitively analyzed with an automated immunofluorescent 101 assay (Thermo Scientific Brahms NSE Kryptor Immunoassay, Henningsdorf, Germany).
102
For the present analysis we considered peak values within 48 hours after CA. according to our protocol. Additional AED were prescribed in most patients (see Table   127 1). All patients except one received a pharmacologic burst-suppression under 
DISCUSSION

146
This series shows that early LAS, occurring in only 1.5% of our cohort, represents a rare 147 diagnosis in patients after a CA. A combination of high dosed, relatively broad spectrum 148 AED was used promptly, but the first signs of awareness were relatively delayed (up to 149 three weeks); almost half of patients had a complete recovery.
150
In a previous assessment of our group, including 1 patient described here, 24.8% of the later. LAS can appear a few days to few weeks after injury 6 , but also while the patient is 155 still in coma 7 , as we observed. Status myoclonus usually starts also early, within the 156 first 24-48 hours following CA 11 , but "resists" to sedation during targeted temperature 157 management 1 . As opposed to the present series, previous reports 12, 13 described LAS 158 developing rather in patients with respiratory causes of CA; this suggests that LAS may 159 not be preferentially linked to a specific pathophysiology.
160
In our cohort, antiepileptic treatment was started immediately after observing an 
